AB0693 PATIENTS WITH CHRONIC INFLAMMATORY ARTHROPATHIES TREATED WITH GOLIMUMAB ACHIEVE A HIGHER SERUM LEVEL OF DRUG IF USED AS THE FIRST OR SECOND BIOLOGICAL DRUG
Objectives: To know the influence of the order of introduction of Golimumab (GLM), on clinical efficacy in ankylosing spondylitis (AS), psoriatic arthritis (PSA) and rheumatoid arthritis (RA). Methods: A prospective, observational study, in 46 consecutive patients with AS, APS and RA, treated with GLM. Data: epidemiological, concomitant DMARD, time of disease evolution, HLA-B27, RF and ACPA; from GLM: order of introduction, time in treatment, serum level and anti-GLM Ab. The clinical response was assessed in AS patients using BASDAI, BASFI, ASDAS-VSG. In patients with RA or peripheral APS, DAS28-VSG, DAS28-PCR and SDAI. Serum levels of GLM and anti-GLM Ab were determined by ELISA (Progenika, Grifols SA, Spain). Serum cutoff levels for serum GLM levels: 36 ng/mL and for anti-GLM Ab: UA>20 AU/mL. Samples were extracted just prior GLM administration (trough level) and stored frozen at -80°C until analysis. Results: Of 33 (72%) AS patients: 52% were males, mean age 53±12 years, mean BMI 28±4, disease mean evolution 16±12 years and in GLM: 1.3±1.1 years, 30% received DMARD, being GLM the first anti-TNF in 25%, second 37%, third 25% and fourth in 13%. The mean GLM level was 0.77±0.62 mg/mL and the prevalence of anti-GLM antibodies was 6%. In the 5 patients with RA and 8 with APS: 23% were men, mean age of 55±11 years, mean BMI 28±6, mean disease evolution of 10.5±8 years and in GLM of 2±1.5 years, the 85% of patients received DMARD, being GLM the first anti-TNF in 31%, second 15%, third 31% and fourth 23%. The mean GLM level was 0.703±0.53 mg/L. No anti-GLM Ab were detected. Background: In axSpA, treatment decisions are mainly based on patient-reported symptoms: recommendations are to initiate TNFi in patients with active disease and with physician conviction that treatment is needed (ref) . However, the attribution of symptoms to inflammation is difficult to establish in axSpA.
Objectives:
The objective of the present analysis was to explore the link between physician-attributed causality for symptoms and treatment response to TNFi. Methods: The PredictSpA study (ClinicalTrials.gov: NCT03039088) was a longitudinal observational multicenter study in France in 2015. Patients with physician-defined definite axSpA and starting a TNFi treatment were included, a TNFi was prescribed according to usual practice and efficacy was assessed at 12 weeks by BASDAI50 response. At baseline, symptoms levels including BASDAI and ASDAS were collected and the physician evaluated the causality of symptoms by answering the following 3 questions: how convinced are you that the symptoms of this patient are due to (A) inflammatory axSpA activity (B) to axSpA severity (eg syndesmophytes, kyphosis) and NOT to disease activity and (C) to other diseases and NOT axSpA. Each question was assessed 0-10 (not convinced at all to absolutely convinced). The link between a score ≥4/10 on each of the 3 questions and BASDAI50 response was assessed by univariate logistic regression. Patients interrupting the TNFi before 3 months were considered as non-responders and missing data were imputed using non-responder imputation. Results: In all, 519 patients were included and 508 had data over 3 months: mean age 41.3 (SD 11.6) years, mean disease duration 6.1 (SD 8.4) years, 237 (46.7%) were women, 424 (83.5%) satisfied the ASAS criteria for axSpA of whom 379 (74.6%) were in the imaging arm and 45 (8.9%) in the clinical arm. Symptom levels were high: mean BASDAI was 5.7 (SD 1.8) and mean ASDAS-CRP was 3.3 (SD 0.9) with only 6 (1.2%) patients in inactive disease state according to ASDAS. The physician-attributed causality of symptoms was mostly related to inflammatory activity: mean scores for (A), (B) and (C) were respectively, 7.4 (SD 2.0), 2.3 (SD 2.5) and 2.1 (SD 2.2). When physicians attributed causality to non-axSpA (score (C) ≥4/10), BASDAI50 response was less frequent: 45/118 (38.4%) vs 213/390 (54.6%), odds ratio 0.5 [95% CI 0.3, 0.8].
Conclusions:
In axSpA patients starting a TNFi with high symptom levels, physician-attributed causality of symptoms was mainly related to inflammatory activity of the axSpA. When physician-attributed causality was more oriented towards non-axSpA causes, BASDAI50 response after 3 months of a TNFi was lower. This confirms the validity of the ASAS-EULAR recommendations for starting a TNFi which rest on a level of symptoms but associated to physician conviction of the indication. 
